In plant-microbe interactions, a pathogenic microbe initially has to overcome preformed 15 and subsequently induced plant defenses. 
Introduction 27
Plants are constantly exposed to a wide variety of adverse environmental conditions that 28 can be broadly classified as biotic (bacteria, viruses, fungi, parasites, etc.) or abiotic 29 stresses (drought, extreme temperature, chemicals, salinity, etc.). Attacks by pathogenic 30 organisms constitute one of the most challenging situations during the life of a plant. 31
Unlike animals, plants do not possess specialized mobile immune cells, but have 32 nonetheless developed a rapid and effective immune system to survive and resist various 33
pathogens. In addition, plants make use of preformed physical barriers, namely the 34
The MTI-ETI model and beyond 2 cuticle and the cell wall, and constitutively produce antimicrobial compounds. The 35 cuticle is a hydrophobic layer present on the external surface of the aerial epidermis of all 36 land plants and is mainly composed of cutin and waxes (Yeats and Rose, 2013) . Not only 37 does it play a role in defense but it also acts as a barrier to transpirational water loss and 38 as a protection against UV radiation. Although the cuticle is a good barrier against a 39 number of pathogens, many fungal pathogens can penetrate the cuticle by mechanical 40 rupture and secretion of cutinases that hydrolyze the cutin polyester (Longhi and  41 Cambillau, 1999; Mendgen et al., 1996) . In addition to the cuticle, the plant cell wall, 42 which mainly consists of high molecular weight polysaccharides such as cellulose, 43 hemicelluloses and pectin, glycosylated proteins and in certain cases lignin (Somerville et 44 al., 2004) , also protects plants against biotic aggressors. While fungal pathogens are 45 equipped with cuticle and cell wall degrading enzymes to penetrate the epidermis, 46 bacterial pathogens on the other hand do not typically enter plant tissues by directly 47
penetrating the cuticle and cell wall. As a result they evolved strategies to enter the plant 48 through a number of natural surface openings, such as stomata and through surface 49 wounds caused by various environmental factors (Melotto et al., 2008) . 50
Many plants produce two types of antimicrobial compounds, (i) preformed compounds 51 also termed phytoanticipins that become toxic upon pathogen perception and (ii) induced 52 compounds, such as camalexin produced following a pathogen attack (Arbona and  53 Gomez-Cadenas, 2015; Osbourn, 1996) . The induced compounds also include various 54 proteins and small metabolites, such as phenolics, unsaturated lactones, saponins, 55 cyanogenic glycosides and glucosinolates, that inhibit pathogen growth (Osbourn, 1996) . 56
The two strategies, a preformed defense system and an inducible defense system, allow 57 plants to withstand against a majority of plant pathogens, a phenomenon that is called 58 non-host resistance. The inducible plant defense system has two layers, called microbe-59 associated molecular pattern (MAMP)-triggered immunity (MTI) and effector-triggered 60 immunity (ETI). This review first discusses the signaling mechanisms occurring during 61 MTI and ETI, and then discusses the current MTI-ETI dichotomy. 62
Signaling in MTI 63
The complex network of signaling events that occur during MTI has been exhaustively 64 reviewed recently, with a specific emphasis on mitogen-activated protein kinases 65 (MAPKs) (Bigeard et al., 2015) . In the present review, we thus only briefly recapitulate 66 the signaling in MTI. 67
MAMPs and PRRs 68
In MTI, the defense system is triggered by the detection and recognition of MAMPs, 69 which are synthesized by pathogens and non-pathogens. Plants are also able to detect 70 damage-associated molecular patterns (DAMPs) which are plant degradation products 71 resulting from the action of invading pathogens, or endogenous peptides, constitutively 72 present or newly synthesized, that are released by plants following a pathogen attack 73 (Boller and Felix, 2009 
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